Introduction
It has been known for many years that the secretions of the male reproductive tract of different species contain /ryo-inositol (Mann, 1951 ;  Hartree, 1957; Setchell, Dawson & White, 1968 ). The precise distribution of free /wyo-inositol in the luminal fluid removed by micropuncture from the testis and epididymis of different mammals has been reported (Hinton, White & Setchell, 1980) . Appreciable concentrations of inositol were found in the seminiferous tubules and rete testis fluid, but the concentration in the testis is trivial compared with the high concentration found in the luminal fluid from the epididymis.
There is little doubt that the inositol present in the testis is synthesized from blood glucose since all the necessary synthetic enzymes are found in the rat testis (Eisenberg, 1967; Robinson & Fritz, 1979) and there is little uptake of blood inositol into the testis of rams (Middleton & Setchell, 1972) and rats (Lewin, Yannai, Sulimovici & Kraicer, 1976) . By contrast, it is less certain whether the high concentration of inositol in the epididymis is derived exclusively from the testis or is partly secreted by the epididymal epithelium, although the indirect evidence presently available suggests that inositol may be secreted in the rat epididymis (Lewin et al, 1976 ; Robinson & Fritz, 1979; Hinton et al, 1980) .
In this study an attempt was made to determine whether wryo-inositol is secreted in the rat epididymis and whether the secretion of inositol, if any, is under the influence of androgens. Micropuncture. At 3, 5, 7 and 21 days after the operation, the rats were anaesthetized with an intraperitoneal injection of urethane (1-2 g/kg) and prepared for micropuncture of the epididymis as previously described (Hinton, Dott & Setchell, 1979 (1976, 1980 24-0 ± 3-2 (4)
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Discussion
The results demonstrate that blockage of the flow of testicular fluid by ligation of the efferent ducts did not alter inositol concentration in the epididymis despite the fact that the spermatocrit was markedly reduced. This indicates that inositol is secreted in all regions of the epididymal duct. It is not known, however, whether inositol present in the luminal fluid is derived from blood glucose as in the testis or from blood inositol. There is evidence that the rat epididymis contains all the enzymes necessary for the biosynthesis of inositol from glucose (Robinson & Fritz, 1979) , although a 12-fold accumulation of blood inositol in the rat epididymis has also been reported (Lewin et al, 1976) . Rat epididymal spermatozoa have no ability to synthesize inositol (Eisenberg & Bolden, 1964 (Bedford, 1975; Moore & Bedford, 1978 ; Temple-Smith & Bedford, 1978) . After ligation of the efferent ducts for 14-21 days water reabsorption in the perfused rat epididymis is unchanged (Wong, Au & Ngai, 1978) . Therefore, the reductions in spermatocrit in the proximal caput and mid corpus after efferent duct ligation for 5-21 days are primarily accounted for by a blockage of sperm transport from the testis. However, it is difficult to explain an elevation of spermatocrit in the proximal cauda unless it is proposed that transfer of spermatozoa out of the cauda is depressed or movement of spermatozoa from the proximal regions is enhanced. In view of the previous findings that ligation of the efferent ducts did not alter the spontaneous contractility of the distal cauda epididymidis in the rat (Hib & Ponzio, 1977 ) the latter possibility is more likely. After castration, however, water reabsorption in the epididymis is inhibited (Wong & Yeung, 1978 ; and this could explain the lower spermatocrit values in the corpus and cauda after castration compared with those after efferent duct ligation, and the restoration of normal values for spermatocrit in the corpus and cauda by administration of testosterone. It is not surprising that the spermatocrit in the proximal caput was still decreased after testosterone replacement since entry of spermatozoa into that region would be abolished by removal of the testis. The changes in fluid résorption may not be the whole explanation, as changes in duct motility could also affect the spermatocrit, but the effects so far reported of castration on epididymal duct motility (Hib & Ponzio, 1977) in fact are in the opposite direction.
In conclusion, we have shown by micropuncture study that free myo-inositol is secreted in all regions of the rat epididymis. The secretion of inositol is regulated by circulating androgens from the testis. It remains to be answered, however, whether inositol in the luminal fluid is derived from blood glucose or blood inositol.
